should play an important role in early development in amphibian.
Taken together with these results, we conclude that anteroposterior positional value of Xenopus early development is determined by the level of TOR signal.
We also did loss-of-functional experiment of TOR signal using rapamycin that directly binds to TOR and inhibit its activity. Interestingly, rapamycin treated embryos were losing pigmentation derived from neural crest and pronephros with unusual stomach and gut formation, which is also reported in zebrafish studies. In order to study these interactions invivo, we produced a mouse model deleted for these two genes. Surprisingly, the Myod/ Igf2+/ double mutant mice present a neonatal lethality due to respiratory insufficiency.
Histological analysis of E18.5 embryos revealed atrophy of the diaphragm, due to a reduction of the muscle fiber number. Electron microscopy showed disorganisation of the sarcomeres in these diaphragms with the presence of ''zebra bodies'' (described in some myopathies).
We then tested the contractile capacity of the diaphragm in response to electric stimulation and observed a much weaker contractile reaction of the double mutant compared to the control diaphragms.
To complete the phenotypic analysis of double mutants, 
